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[ Summary] The prevalence of diabetes combined with chronic kidney disease ( CKD ) is alarmingly high in
China, posing a significant threat to patient health. To enhance the comprehensive clinical management of diabetes and
CKD, experts from the Chinese Society of Endocrinology and the Chinese Endocrinology and Metabolism Specialist
Alliance have developed this consensus. This was achieved by integrating core guidelines and consensuses from both
domestic and international sources, tailored to China clinical practice. The consensus encompasses: Screening,
diagnosis and staging, risk assessment, and comprehensive management. It aims to provide clinical guidelines for
healthcare professionals, with the goal of improving disease prognosis and patient quality of life.
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